Moreover we investigated the expression of receptors for BLyS on EPC and mature endothelial cell surface. Methods: We enrolled consecutive patients with SLE who were due to start BLM, without known cardiovascular disease and age and sex-matched healthy subjects. Peripheral blood mononuclear cells (PBMC) were isolated by Ficoll densitygradient centrifugation. Cells were incubated with anti-CD34 and anti-VEGF-R2/KDR monoclonal antibodies; acquisition was performed by flow cytometry: EPCs were defined as CD34/KDR double-positive cells. Recovered EPC isolated from healthy donors' PBMC were plated on dishes coated with human fibronectin. Apoptosis was investigated after 6, 12 and 24 hours of incubation with BLyS at different concentrations -5, 20 and 100 ng/ml -and re-evaluated after 6 hours of co-incubation with BLM at 173 and 300 μg/ml. The same experiments were repeated with the human endothelial cell line EA.hy926. Finally, EPCs and EA.hy926 were incubated with monoclonal antibodies anti-B Activating FactorReceptor (BAFF-R), B-cell maturation antigen (BCMA) and transmembrane activator and calcium modulator and cyclophilin ligand (CAML) interactor (TACI) and analysed by flow cytometry; the results were expressed as mean fluorescence intensity (MFI). Results: We treated with BLM 10 female patients (mean age 45.6±10.2 yrs, mean disease duration 17.8±10.8 yrs) with active disease (mean baseline SLEDAI 8.4±2.6). Number of EPCs was significantly lower in SLE patients than in NHS (p=0.005). After 4 weeks of BLM, mean EPC number increased from 0.013±0.016 to 0.021±0.016 (p=0.012 vs baseline; p=n.s. vs NHS). At week 12, EPC number did not significantly differ compared to week 4 nor to baseline. In vitro studies demonstrated that 20 ng/ml of BLyS induced apoptosis of EPC after 6 hours of incubation; this effect was reverted by the addiction of BLM. Similarly, after 6 hours of incubation with 20 ng/ml of BLyS we detected an increase in EA.hy926 apoptosis that was reverted by co-incubation BLM. Both EPCs and EA.hy926 expressed on their surface BAFF-R (MFI =3.8 and 1.5, respectively) and BCMA (MFI =1.25 and 1.15, respectively); EPCs also expressed TACI (MFI =1.4).
SAT0229 THE USE OF ANTIMALARIAL DRUGS DURING PREGNANCY CAN PREVENT THE DEVELOPMENT OF PREECLAMPSIA IN WOMEN WITH SYSTEMIC LUPUS ERYTHEMATOSUS
Methods: A prospective cohort of pregnant women with SLE (ACR 1997) from January 2009 to June 2015 was studied. The patients were assessed every 4 to 6 weeks and postpartum both, by a rheumatologist and a gynecologist. Clinical, biochemical, and immunological characteristics, along with maternal and fetal complications were registered. For analysis, the patients were allocated to one of two groups: pregnancies exposed to antimalarial drugs in comparison to those not exposed. A logistic regression analysis including variables such as smoking, obesity, infections, first pregnancy, age, SLE flare, drugs (prednisone, antimalarials, aspirin, and azathioprine), anti-DNA antibodies, anticardiolipin antibodies, and antiphospholipid syndrome was performed. Results: We studied 197 lupus pregnancies, 154 expose to antimalarial drugs and 47 unexposed. We found no differences between groups in age, years of evolution of SLE, first pregnancy, childhood-onset SLE, lupus nephritis, and use of prednisone, aspirin and azathioprine. The rate of most maternal and fetal complications was also similar in both groups (Table) . A lower incidence of preeclampsia was observed in patients exposed to antimalarial drugs compared to those not exposed (9% vs 23%, p=0.01). Additionally, 2 maternal deaths in patients not exposed to antimalarial drugs. The logistic regression analysis showed that the use of antimalarial drugs during pregnancy is a protective factor for the development of preeclampsia (RR 0.1, 95% CI 0.05-0.58, p=0.004); on the other hand, active SLE before pregnancy (RR 4.8, 95% CI 1.3-17.8, p=0.01) and lupus nephritis (RR 2.9, 95% CI 0.9-8.8, p=0.05) were associated factors with the development of preeclampsia. 
